Discussion
Our case illustrates the persistence of severe rheumatic carditis and emphasises a number of points in the diagnosis and management of a febrile child with valvulitis and significant haemodynamic disturbance.
The differential diagnosis between the two most likely aetiological factors was made difficult by the previous administration of antibiotics and by the absence of laboratory evidence of a recent streptococcal infection. Although our patient had one major and two minor criteria for the diagnosis of acute rheumatic fever, there was no evidence of a preceding streptococcal infection as required in the 1965 revision of the Jones's criteria,' until 8 weeks after the onset of symptoms.
It was clear that cardiac surgery was required but our dilemma was that we were unable to exclude subacute bacterial endocarditis and indeed, in view of the comparative rarity of acute rheumatic carditis of this severity, we felt that an infective endocarditis was the more probable cause. We therefore considered it advisable to delay surgery until we could ensure that sufficient antibiotic treatment had been administered to render this intervention less hazardous. Although our preoperative_diagnosis was shown to be wrong, we believe that faced with the same situation we would still pursue the same course of management.
In accordance with previous reports,2-4 this case shows that surgical intervention in the acute phase of rheumatic fever is safe and beneficial; in the critically ill patient it may even be life-saving.
Infantile multicystic encephalomalacia after maternal bee sting anaphylaxis during pregnancy C ERASMUS, W BLACKWOOD, AND J WILSON The Hospital for Sick Children, London, Queen Mary's Hospitalfor Children, Carshalton, Surrey, and Hurstwood Park Hospital, Haywards Heath, Sussex SUMMARY We report a case of infantile multicystic encephalomalacia after maternal bee sting anaphylaxis in the 30th week of pregnancy. The clinical features and findings at necropsy are described, and it is suggested that these are the result of severe fetal hypoxia secondary to maternal hypotension.
In multicystic encephalomalacia, cerebral necrosis and cavitation occur after cerebral insult. The tendency for the immature brain to undergo cavitation is a function of the timing' and nature of the insult.1-3 It is especially likely to occur between the 6th month of gestation and the early postnatal period.' Severe asphyxia or circulatory disturbances are of major aetiological importance. '4 Very few neuropathological studies have been reported in which a specific antenatal insult could be identified.5 6
Case report
The pregnancy of a healthy non-consanguineous 31-year-old primigravida progressed normally, under regular obstetric supervision until the 30th week, when she was stung by a bee. She developed severe anaphylaxis and was unconscious for about 2 hours before admission to an intensive care unit. On examination there, she was drowsy and had facial oedema. Her blood pressure was 60/0 mmHg. She responded rapidly to intravenous hydrocortisone acetate and after 3 hours her blood pressure was 120/80 mmHg and her condition was clinically much improved. The fetal heart rate then was 144/minute and regular. She was discharged 24 hours after admission, her condition being satisfactory. Fetal movements ceased for 4 days subsequently and the fetal heart was inaudible.
An ultrasound scan, performed 6 days after the anaphylaxis, showed an increased fetal biparietal diameter compared with the value predicted from a 16-week measurement (Fig. 1) . A large cystic mass occupying one-third of the fetal abdominal area could be seen and was thought to represent a grossly distended bladder. The biparietal diameter was still increased on ultrasound scan 10 days later, although 2.5 mm smaller than previously. The (Fig. 2) 3 The extent and distribution of injury to brain structures are determined by their inherent vulnerability,1-3 the degree and duration of asphyxia,2 3 and the presence of acidosis.3 The structures' susceptibility to injury corresponds to the rank order of their intrinsic metabolic rates and blood volume flow.A-3
There is a close correlation between maternal mean aortic pressure, placental perfusion, and fetal oxygen partial pressure.2 In monkey fetuses, asphyxia leads to diminished ventricular contractility, myocardial injury, decreased cardiac output, and hypotension.2 Impairment of cerebral blood flow and loss of cerebral vascular autoregulation occur.' A hypoxic fetal brain becomes severely oedematous, further compromising cerebral perfusion, thus evoking a vicious cycle. The biochemical derangement after ischaemia-hypoxial and failure to re-establish cerebral microvascular perfusion (noreflow phenomena) 12 lead to patchy cerebral infarction.
In the case reported here it is probable that the fetus was hypoxic during a period of prolonged maternal hypotension. This resulted in severe fetal cerebral oedema as shown by a striking increase in fetal biparietal diameter with subsequent reduction (Fig. 1) . The distended fetal bladder, seen on ultrasound scan, may have been due to urinary retention secondary to hypoxic spinal cord damage. Unfortunately only a small rostral segment of cord was available for examination. Histological evidence of spinal cord injury after intrauterine hypoxia has been described.2 8 Likewise, the absence of fetal movements for 4 days after the bee sting was highly suggestive of neuraxial insult, the legacy of which could be seen in the limb deformities. The Although in our patient there was some evidence of fetal distress at birth, with meconium staining of liquor, it is unlikely that this caused the severe changes seen at necropsy, except for the germinal haemorrhages which may have occurred perinatally. We believe that the condition can be explained entirely by fetal hypoxia secondary to severe maternal hypotension after bee sting anaphylaxis. 
